Objective 
Introduction

Helicobacter pylori (H. pylori) is a gram negative bacterium that affects individuals of all ages worldwide (1). A number of studies have suggested a relationship between H. pylori infection and coagulation (2-5). H. pylori infection could induce changes in coagulation parameters that has been investigated in a number of studies with a focus on fibrinogen (3), prothrombin fragments (4), and von Wille-gating the role of modulation of the proinflammatory and atherogenic cytokine sCD40L levels in H. pylori positive individuals. Several lines of evidence support a role for oxidative stress in atherogenesis. H. pylori infection causes inflammation, accumulation of reactive oxygen species (ROS)
, and oxidative DNA damage in gastric mucosa in animal and human models (8) (9) (10) (11) (12) . ROS production of the blood samples from H. pylori infected subjects was significantly decreased 2 months after eradication (13) . Such evidence included only H. pylori-infected patients with high levels of reactive oxygen species (ROS) . Oxidative stress occurs through the overproduction of reactive oxygen and nitrogen species (14) . Therefore, investigation of total oxidant status may be a more effective option for assessing oxidative stress in our study.
On the other hand, leptin is a protein product of the obese gene and is expressed primarily by adipocytes (15) T a b l e 1 . Cl i n i c a l a n d L a b o r a t 
o r y Ch a r a c t e r i s t i c s o f t h e P a t i e n t s b e f o r e a n d a f t e r H. p y l o r i E r a d i c a t i o n . Re s u l t s a r e P r e s e n t e d a s Me a n ± S D.
Results
Study group was consisted of 33 H. pylori infected patients (32.5±9 years; 19 males [M]/14 females [F]). Clinical and laboratory characteristics of the patients before and after
Discussion
In this study, we demonstrated that eradication of H. pylori was associated with significantly reduced total oxidant status (TOS) and soluble CD40 ligand levels and fat mass in patients who were free of classical cardiovascular (CV) risk factors. On the other hand, eradication of the microorganism did not change the leptin concentrations.
Oxidative stress could well play a role in the altered epithelial proliferation, increased apoptosis (18) , and increased oxidative DNA damage (19, 20) and atherosclerosis (21) (22) . There were no differences in serum leptin levels before and after eradication.
On the other hand, serum leptin levels are inversely correlated with serum ghrelin levels. Serum ghrelin levels decrease with the progression of gastric atrophy associated with H. pylori (24, 25 (27) . A recent populationbased study among adults confirmed that abdominal fat accumulation is associated with oxidative stress (28) 
